) (Mombaerts et al., 1992b) or T cell redirectly, but from host immune responses to viral anticeptor C-␣ chain-deficient (TCR C-␣ Ϫ/Ϫ ) mice (Momgens displayed by infected cells (Chisari and Ferrari, baerts et al., 1992a). Following adoptive transfer of naive 1995). Experimental study of such immune responses,
splenocytes into these recipients, the ensuing immune long frustrated by the inability to transmit HBV to immuresponses and pathologic outcomes were monitored. nologically tractable animal hosts, is now possible owAs shown in Figure 1A , transfer was followed by the ing to pioneering studies by Chisari and colleagues, rapid onset of liver injury, as evidenced by a rise in the serum level of the enzyme alanine aminotransferase (ALT), which is released from injured or necrotic hepato- 
